The cortical neurons thought to be selectively affected in dementia with
INTRODUCTION
Neuronal cell loss and profound alterations in the neuronal cytoskeleton are major neuropathological features of Alzheimer's disease (AD). In particular, accumulations of hyperphosphorylated tau are detrimental to neurons (Lewis et al., 2000; Ishihara et al., 1999; Brion et al., 1999) but in humans this appears to occur only over a prolonged time course (Morsch et al., 1999) . Recent estimates of the degree of degeneration associated with protein accumulation in AD is relatively small (Ͻ20% of all neurons; Kril et al., 2001 ) with the majority of neuronal loss occurring via an alternative mechanism (Broe et al., 2001) . While the precise mechanism of cell death is still debated, we have recently demonstrated that the majority of surviving cortical neurons are immunoreactive for the nonphosphorylated 200-kDa neurofilament (NF) protein in AD (Shepherd et al., 2001) . These data are consistent with the theory of this NF protein conferring some degree of cellular protection rather than causing rapid cell death. These regions also demonstrate a significant up-regulation in phosphorylated NF protein suggesting that alterations in phosphorylation states may contribute to the disease process (Shepherd et al., 2001) .
In addition to AD, other late life neurodegenerative disorders, such as dementia with Lewy bodies (DLB), also exhibit cytoskeletal changes (Trojanowski and Lee, 1998) . In particular, 96% of Lewy body-containing cortical neurons are immunoreactive for the nonphosphorylated NF protein with a selective loss and fragmentation of this neuronal population in DLB cases (Gomez-Tortosa et al., 2001; Wakabayashi et al., 1995) . These studies provide tantalizing evidence suggesting that DLB and AD may target different cortical neuronal populations. This idea is tested in the present study by quantifying the numbers of phosphorylated and nonphosphorylated NF-containing neurons in
